Several groups have reported association between large CAG/CTG repeat sequences in the genome and bipolar disorder using the Repeat Expansion Detection (RED) method. Unfortunately, the RED method cannot identify the specific repeat(s) responsible for these findings but it has recently been proposed that around 90% of the large CAG/CTG repeats detected by RED can be explained by repeat size at either CTG18.1, which maps to 18q21.1, or ERDA-1 (also known as Dir 1), which maps to 17q21.3. These data suggest that the previous associations between bipolar disorder and large CAG/CTG repeats might be explained at least in part by a specific association between bipolar disorder and either or both of these loci. However, using a case control study design, we find no evidence for such associations. Thus we conclude that in our sample, the previous RED associations are not a result of large CAG/CTG repeats at CTG18.1 or ERDA-1.
INTRODUCTION
The class of mutations known as expanded trinucleotide repeats are responsible for several diseases affecting the central nervous system including fragile X syndrome (Yu et al., 1991) and Huntington's disease (Huntington's Disease Collaborative Research Group, 1993) . Trinucleotide repeats are simple DNA sequences consisting of repetitions of a 3 base motif. Such sequences often show normal polymorphic variation in length, but when the number of repeats is relatively large and the sequence is contained within specific genes, they may lead to disease. Thus, Huntington's disease is caused by an expansion of the repeat motif CAG to around 37 or more CAG units in the Huntington gene (Huntington's Disease Collaborative Research Group, 1993), whereas classic fragile X syndrome is caused by the possession of 200 or more CGG repeats in the FMR-1 gene (Fu et al., 1991) .
A characteristic feature of many disorders caused by expanded trinucleotide repeats is anticipation. This is the phenomenon of decreasing age at onset or increasing severity of a phenotype as a disease passes through successive generations of a family. This is relevant to the genetic analysis of bipolar disorder because several studies have shown that the average age of onset decreases in successive generations where bipolar disorder occurs in multiple generations of a family (e.g., McInnis et al., 1993; Nylander et al., 1994; Grigoroiu-Serbanescu et al., 1997; Ohara et al., 1998) . The potential significance of these findings has been discussed in detail elsewhere but, while alternative explanations are possible, these data are at least consistent with anticipation and the genetic transmission of bipolar disorder through trinucleotide repeat expansion (McInnis et al., 1993) .
A number of groups have sought to test this hypotheses using the Repeat Expansion Detection (RED) method (Schalling et al., 1993) , which identifies the size of the largest trinucleotide repeat present in the genome of tested subjects. Intriguingly, several (Lindblad et al., 1995; O'Donovan et al., 1995 O'Donovan et al., , 1996 Oruc et al., 1997; Mendlewicz et al., 1997) , although not all (Vincent et al., 1996; Li et al., 1998; Zander et al., 1998) have 
